It is possible, of course, that more than one enterotoxigenic organism may be involved in an episode or outbreak of diarrhea, particularly if those organisms are present in sufficiently high concentrations (5) .
Any hypothesis which is accepted to explain phenotypic conversion needs to explain some additional factors, such as the following.
(i) Mucoid strains of P. aeruginosa have been isolated from bronchial secretions of patients with a chronic pulmonary disease other than cystic fibrosis. At one time, the isolation of mucoid P. aeruginosa was considered diagnostic of cystic fibrosis (10) .
(ii) Mucoid strains of P. aeruginosa have been isolated from chronic urinary tract infections (3) .
(iii) Mucoid strains of gram-negative bacilli other than P. aeruginosa have been isolated from sputum of patients with cystic fibrosis (7) .
(iv) The compositions of the capsules of P. aeruginosa and some of the other gram-negative bacilli isolated from sputum of patients with cystic fibrosis are similar but not identical (4, 8) .
There 
Author's Reply
An explanation for the phenotypic conversion that appears to occur within the respiratory tract of patients with cystic fibrosis (CF) remains elusive. Comments made in Dr. Kilbourn's letter reiterate some of the points in our paper (2) . It is possible that Pseudomonas aeruginosa strains from patients with CF undergo a switch to the characteristic phenotype (mucoid and lipopolysaccharide-rough) under environmental pressures within the endobronchial space. There is not yet sufficient information, however, to determine whether restriction of any specific nutrient is necessary or sufficient for this phenotypic conversion to occur. Further investigations to delineate the specific environmental and/or nutritional factors needed to mediate such a switch will be of great interest to microbiologists and to clinicians responsible for the care of these patients.
The concept of home collection and culture of CF sputum specimens is new but in my opinion will not alter the natural course of pulmonary infections in these patients. Although it is useful for physicians to know when patients with CF become colonized with P. aeruginosa, therapy is not instituted generally until symptomatic pulmonary exacerbations develop. The advent of home-based culturing would simply burden these patients and their parents with another chore, thereby raising their anxiety and detracting from other more productive aspects of their care. The stated aim of home culturing (more rapid detection of carriage) would probably not benefit the patients; early stages of colonization are not associated with a notable change in clinical condition or respiratory status (1) . For the same reasons, more rapid detection of phenotypic conversion would likely be of no direct diagnostic benefit to physicians caring for patients with CF.
